v' The authors describe a posterior compartment syndrome of the thigh and sciatic nerve palsy following a traumatic hematoma, and discuss its treatment.
p ROGRESSIVE peripheral nerve palsy after trauma to an extremity is a well recognized clinical event. The etiology of such a paralysis is either impairment of the arterial supply with strangulation of all the contents of a fascial compartment, as in Volkmann's ischemiafl or direct nerve compression secondary to an expanding mass. Such nerve palsies are at least partly reversible if the causative lesion is recognized and decompression achieved in time. We are presenting a case in which sciatic palsy followed a compressive syndrome of the posterior compartment of the thigh.
Case Report
This 20-year-old man was struck by an automobile while riding his motorcycle. He briefly lost consciousness but was soon alert and recalled that his legs moved normally immediately following the accident. Initial examination showed abrasions of the left buttock with normal neurological function. X-ray films of the lumbosacral spine, pelvis, and entire left leg showed minimal compression fractures of L-2 and L-3 and a small separation of the left sacroiliac joint.
Eighteen hours after the accident paresis of flexion and extension of the left ankle had developed. This paresis was initially attributed to pain inhibition since edema and ecchymosis of the left buttock and thigh had been progressing steadily. By 24 hours the weakness had progressed to involve the hamstrings, and the posterolateral portion of the left lower leg was numb. The patient was then transferred to the Ohio State University for neurosurgical consultation.
Examination. Thirty hours after trauma, neither motor nor sensory function of the left sciatic nerve could be demonstrated. The neurological function of both the obturator and femoral nerves was intact. The left buttock and posterior thigh were grossly ecchymotic, cold, and stony hard. This was also true of the anterior and posterior compartments of the lower leg, but to a lesser degree and without ecchymosis. The anterior left thigh was soft, warm, and not discolored. The dorsalis pedis and posterior tibial pulses were much weaker on the left than on the right. Diagnosis of a posterior compartment syndrome of the thigh ( Fig. 1 ), secondary to an expanding hematoma with sciatic compression palsy was made and orthopedic consultation obtained.
Operation. An emergency a o r t o g r a m
showed active extravasation of dye from a lateral sacral artery (Fig. 2 ). Postoperative Evaluation o f Neurological Function. Postoperatively the leg was warm with strong peripheral pulses. Within 12 hours pinprick could be appreciated in the previously anesthetic areas. Six hours later, weak function of the left hamstrings was present and sensory appreciation was improving. Three weeks later, the patient was troubled by painful paresthesias on the sole of his left foot, and he had hyperesthesia over the plantar surface of the left foot with an area of anesthesia on the dorsum between the first and second toes. Hamstrings were antigravity with a flicker of motion in the plantar flexors. No dorsiflexion of the ankle was present.
Serial electromyographic recordings (Table  1 ) plus neurological examination indicated that the tibial component of the sciatic nerve was functioning. There was no evidence of peroneal nerve function at this time.
D i s c u s s i o n
Active bleeding from a sacral artery resulted in a h e m a t o m a that dissected along the fascial plane from the sacrum, deep to the gluteus maximus and into the posterior comp a r t m e n t of the thigh, a c o m p a r t m e n t bounded by the fascia lata and the medial and lateral intermuscular septa2 A compressive neuropathy of the sciatic nerve at the sciatic notch resulted in involvement of the nerves as high as those to the medial hamstrings. Decompression of the buttock and posterior thigh after the manner of Henry 3 was effective, and sensory function sufficient to provide vital protective sensation to the weight-bearing surface of the foot has returned thus far. A rapidly progressive peripheral nerve palsy in a traumatized limb is a surgical emergency. Immediate decompression of the affected nerve and restoration of impaired arterial supply offers good hope for functional recovery) When the differential diagnosis is that of an expanding mass within a closed neurovascular compartment, fasciotomy is necessary. Etiologies of such a mass include traumatic arterial aneurysm, TM arteriovenous fistula, 7 ischemia with secondary muscular edema, 9 and progressive hematoma from arterial laceration.5 Angiography can be extremely valuable in the diagnosis and may locate the source of hemorrhage, as in this case.
Peripheral nerve compression and ischemic neuropathy occurring as a complication of bleeding into various muscle groups has been well described. Tallroth 1' reported a femoral neuropathy after bleeding into the iliopsoas in a patient with hemophilia. Kubacz 5 described a similar femoral palsy after anticoagulant therapy and a combination of femoral, obturator, and sciatic palsies following rupture of an aortic aneurysm into the psoas sheath. Neel and Groursin 8 reported two cases in which spontaneous hematomas of the thigh and calf led to sciatic palsy. In one of these cases the hematoma was again secondary to anticoagulant therapy and spontaneous recovery followed without surgical intervention. Similar cases following anticoagulant therapy have been reported by Susens, et al.,~~ and DeBolt and Jordan? However, to our knowledge no previous cases have been reported of traumatic hematoma causing a posterior compartment syndrome of the thigh with sciatic palsy.
Addendum
Our patient was reevaluated 1 year after his sciatic nerve injury. He has shown further improvement in hamstring strength, little change in his weak plantar flexion, and no dorsiflexion of the ankle. Sensory improvement is encouraging, however. The painful paresthesias and denervation hyperesthesias of the left sole are gone, replaced by a very slight touch and pinprick hypalgesia which is not troublesome to him. He is walking well with a spring brace for the left ankle and has no trophic changes in the left foot.
